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GAKTOPU, WO BMNJIBAKOTb HA MNMEPEBIl
XPOHI4YHOIO NAHKPEATUTY

Kosasw B.IO.

JABH3 «Yaczopodcukull HayioHaabHUll yHigepcumemy, meduvHull pakysrbmem, M. Yaczopod

Bctyn

Y po3BUTKY i IporpecyBaHHi MaTOJOTIYHUX
3MiH npud XpoHiyHoMy mnaHkpeaTuTi (XII) Ta
AOTO 3arocTpeHHi BaK/JMBe 3HAuYeHHS MaeE
b6akTepiaibHUNA YUHHUK. CHeKTp 306yAHUKIB,
SIKMX BUJINAIOTH y NalieHTIiB 3 iHpeKiiHUMU
YCKJIaJHEHHSAMU IOCTPOr0 NaHKpPeaTUTy NpeJ-
CTaBJIeHUH MepeBa)KHO OGAKTepiIMU ciMeHCTBa
Enterobacteriaceae (Escherihia coli, Klebsiella
pneumoniae), Pseudomonas aeruginosa, a Ta-
Kok Enterococcus Ta Streptococcus spp. [1, 3].
BaxkJiMBy J1aHKy naToreHesy CUHJpPOMY HaZ-
MipHoro 6akTtepianbHoro pocty (CHBP) npwu
XPOHIYHOMY NaHKpeaTUTI CKJaJa€ NOpYylIeH-
H 3araJibHOr'O Ta MiCLLeBOro iMyHITeTy IIpHU fe-
binuTi naHkpeaTUYHUX GEpPMEHTIB, AKUU cy-
NPOBOAXKYETbCSA OiJIKOBO-eHEPTeTUYHOI He-
noctaTHicTio [13]. Barato po6iT nmpucBsiueHO
pocaigxenHio H. Pylori npu xpoHiuHOMy naH-
KpeaTuTi. Byso nmigTBepAXeHO, 0 NPOTOKO-
Bi Ta allMHApHI KJITUHU NiALIJIYHKOBOI 3aJo-
34 (I13) € MileHHI0 aBTOIMyHHOTO MpPOLECy Ha
OCHOBI MOJIeKyJIApHOI MiMiKpil myia3MiHOreH-
3B’aA3yBasbHOro 6inka H. pylori i UBR-2 nto-
JAWHU. ABTOpH Aillau BUCHOBKY, o H. pylori
MOXe OyTH TPUrepoM aBTOIMYHHOTrO MaHKpe-
atuty (AIll) 3a HassBHOCTi reHETUYHOI CXUJIb-
HocTi xa3sina [10]. B rpyni xBopux Ha XII 6ys0
3apeECTPOBAHO 3HMXKEHHS IMO0YaTKOBO HiJBU-
IleHOi aKTHUBHOCTI NaHKpeaTUYHUX ¢epMeH-
TiB KpoBi micsg ycnimHoi epagukanii H. pylori
[13]. He3Baxkarouu Ha pe3y/bTaTH, 110 CBiYaTh
npo poJb H. pylori B natorenesi Alll, me 3apa-
HO TOBOPHUTH PO HEOOXiTHICTb epaauKaliliHOI
Tepamnii Ha npaktuni. I[loTpi6bHi noganbii
JOCJiIKeHHS B IIbOMY HanpsiMi [6]. Xoua HeMaEe
JaHuX npo npoHukHeHHs H. pylori B TkaHu-
Hy [I3, mpunyckaioTb, mo iHdekIis 3JaTHa
NPOBOKYBaTU KaHLeporeHe3 [I3 yepe3 pgeski
natodisiosoriuni MexaHizamu. Kosonisarmia H.
pylori anTpasbHOrO BifjAiNy HIJIyHKAa NMPU3BO-
JUTb 70 3MeHIIeHHs KiJIbKOCTi D-KJIiTOK i 3HU-

)KEHHS NpPOAYKLil coMaTocTaTHUHY. Pesysbra-
TOM € rinepauuHiCThb, MiABULLEHHA NPOAYKL il
CeKpeTUHy Ta HaJJUIIKOBA CeKpeTUHOBAa
crumynsania I[13. Big6yBaeTbcs 36iablieHHS
CHHTe3y MaHKpeaTUYHUX Gikap6oHaTiB. I[loka-
3aHO, 1[0 CEKpeTUH 6epe y4yacTb Y 306iablIeHHi
[13 y Mmuieii, a Takox y cudtesi JIHK y npoTo-
KOBUX KJiTuHax [13. MoXJIMBO, CEKpeTHH Gepe
y4acTb TAKOX y npoJiidepalii eniTesito npoTok
[13 i niaTpuMye edeKT BiJOMUX KaHIEPOTeHIB
(HanpukJsag, N-HiTpo3aMmiHiB), cipusitouu ¢op-
MYBaHHIO aJleHoKapuuHoMu I13 [6].

Y Hu3Ui mociigkeHb OTPUMaHO JlaHi Mpo
aconiarito Mix HasiBHicTi0 aHTUTIA A0 H. pylori i
pakom I13 [4, 7, 8,9, 11].

M. Bruno (PorTtepmam, Himepnanau) paas
OL[iHKY GaKTOpaM PU3UKY PO3BUTKY XPOHIUHOTI'O
[MaHKpeaTUTy i paKy NiANJIYHKOBOI 3a/103Y, 3 aK-
[[EeHTOM Ha BaXKJIUBY poJib Mikpo6ioMa JIIOAUHY,
a caMe CcTaHy MiKpo¢Jopu pOTOBOI MOPOKHUHU
i indpikyBanHsa H. pylori. [lokasaHo, 10 cmepT-
HICTb BiJ| [IMX 3aXBOPIOBaHb, a TAKOXK IX YCKJIaJ-
HeHb B 3arajibHii nonyasuii ckiaagae 15-20 %.
KypiHH# 36in1bl1ye pU3UK PO3BUTKY PaKy B/Bi-
4i. ABTOp NIPUBOJUTD [AaHi, OTPUMaHi B eKCIIEpU-
MeHTax Ha TBapHHax, 3riiHo 3 akuMu H. pylori
MOKe IHAYKyBaTHU MaHKPEATUT Y MOHT0JIbCbKUX
MmicyaHoK micss 7 Mic. XpoHiuHoi iHekIrii [5].

[IpoBesieHO KiJbKa MeTaaHaJi3iB, dKi y3a-
FaJIbHUJIM pe3yJbTaTU OKPeMUX JOCJiJKeHb
[12, 14, 16]. 3a faHUMU IIMX MeTaaHaJi3iB, pu-
3uk paky I13 npu indikyBanHi H. pylori gocTto-
BipHO MiZiBUILIEHUH, aJie OCTOBIpHOrO 3B’A3KYy
Mixk HasBHicTi0 CagA mo3suTuBHoro H. pylori i
IIMM 3aXBOPIOBAHHSM He BUABJeHO [14, 16]. Ta-
KHUM YHHOM, /laHi npo 3B’s130k Mix H. pylori Ta3a-
xBoproBaHHAMU I13 € cynepedynnBUMHU i moTpe-
Oy10Th MpPOBEAEHHS MOJaJbLIUX AOCJaiJKEeHb.
YacrtoTaindikyBanHs H. pylori npu xpoHiyHOMY
MaHKpeaTUTi cTaHOBUThL 86,5 %. Y XxBOpuX Ha
XpoHiYHUM MaHKpeaTuT, iHpikoBaHux H. pylori,
€pO03MBHO-BUPA3KOBi ypaxkeHHsI CJ1U30BOI 060-
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JIOHKHU WIJYHKA BUsiBJeHo y 77,1 % Bunajkis,
C/1130BOi 00O0JIOHKM JABaHaJLUATUNAIO] KHLI-
k4 - y 85,0 % Bunaakis, mo B 2,50 i 1,38 pasy
Gisibllle, HiXK ¥ XBOPUX HAa XPOHIYHUU NaHKpea-
TUT, HeiHdikoBaHux H. pylori [2].

3rigHo 3 HauKMMu AaHuMU [4], y 66,12% xBo-
pPUX Ha XpOHIYHUU NMaHKpeaTHUT BUSBJIEHO TreJi-
KoGaKTepHy iH}eKL o, iKa CyIPOBOAXKyBataca y
51,61% XBOpUX epO3MBHOIO0 Ta EPUTEMATO3HOIO
racTporarie€ro.

MeTa aocaigKeHHs

BUBYUTH BIJIUB Ta OCOGJMBOCTI CUHADPOMY
HaaMipHOTO GakTepianbHoro pocty (CHBP) i in-
¢ikyBaHHs H. pylori npu pisHux ¢popmax xpoHiy-
HOTO NMaHKpeaTHUTy.

Marepiaau i MeToaU

[lif cnocrepexxeHHsiM nepebyBaau 90 xBo-
pux Ha XII (30 - Ha XpOHIYHUI NCEBAOTYMOPO3-
Huil nmaHkpeatuT (XIITII), 28 - Ha XpoHiuHUM
KaJIbKyabo3HUM nankpeatut (XKII), 32 - Ha xpo-
HiYHUH iHPINBTPAaTUBHO-)iI6GPO3HUI NAHKPEATUT
(XIDIT), Aiki 3HAXOAMIKCS Ha JIIKYBaHHI B racTpo-
eHTepoJIoriYHOMY BifJijieHHI 3akapnaTcbKoi 06-
JIaCHOI KJIIHIYHOI JiikapHi iM. A. HoBaka. 19 Bu-
BUEeHHS MiKpOOHOI ¢JIopy MPOBOAUIH MOCIB Kaly
Ha NoXuBHi cepepoBuiia Enpo, Cabypo, 6akTarap
[lnockipeBa, KpOB’'SSHUHM Ta COJILOBHM arap 3 Ha-
CTYIIHUM BU/JIIJIEHHSIM YUCTUX KYJIBTYp A i/leH-
Tudikanii Ta MmipaxyHKy KiJbKOCTI MiKpOGHUX
Tin. HagBuicte H. Pylori BH3Hawyanu MWBUAKUM
TecToM JJisi BUsiBJeHHs1 aHTureHy Helicobacter
pylori B kai Cer Test Biotech Sl Icnanis.

Pe3ysibTaTH J0C/IiA)KEeHb

['pyny o6cTeKyBaHUX CKJIAO0: )KIHOK — 25%), 4o-
JIOBIKIB — 75%. CniBBiAHOLIIEHHS YOJIOBIKIB/XiHOK
IIpY XpPOHIYHOMY IICEeBJOTYMOPO3HOMY IaHKpea-
TUTI 5,5; IpU XPOHIYHOMY Ka/IbKyJIbO3HOMY IaH-
KpeaTUTi - 6; Ipy XpPOHIYHOMY iHO}INIBTPAaTUBHO-
¢i6bposnomy nankpeatuTi — 1,08. [Tpu XIITII 61,5%
XBOPHUX MaJIU TPUBAJIICTh 3aXBOPIOBaHHA BiJl 6 Mi-
cauiB Ao 5 poxkiB. [Ipu XKII Ta XI®II TpuBanicts 3a-
XBOPIOBaHHA CKJasa Bif 1 Micang 1o 10 poki..
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CHBP Ta indikyBanHs H. pylori ouiHoBanu
3a HACTYNHUMHU abJOMiHaJbHUMU CUMITOMA-
MU: 6ilib y YepeBi, BilUyTTS HEMOBHOTO BUIO-
pOXKHEeHHsd, 3aKpen abo Jiapes, MeTeopusM. B
kJjaiHiyHoOMy nepebiry npu XIITII 6inp BusiBie-
HO y 86% xBopux: 40% xBopux 6yu iHpiKoBa-
Hi H. pylori, 27% xBopux Manu noejHaHHa H.
pylori Ta CHBP, 3% xBopux tinbku CHEP. Y xBo-
pux Ha XIO®II 6inb cnocrtepiraBcs y 71% xBo-
pux: y 31% BussjeHo Tinbku H. pylori, y 28%
- H. pylori y noegnanni 3 CHBP, y 12% - Tinbku
CHBP. IIpu XKII 6inb cnoctepiraau y 57% xBo-
pux: y 7% BusBJjeHo Tiabku H. pylori, y 43%
- H. pylori y noeananHni 3 CHBP, y 7% - Tinb-
ku CHEP. [lopywenHsa cTinbug y BULIAAL 3a-
Kpena BUABJAAIK ¥ 9% xBopux XII, yacrime
npu XIITII 3 ogHoyacHuM iHdpikyBaHHaM H. py-
lori Ta ctadinokokoM - y 8% xBopux. [IpoHocu
cnocrtepiranu y 43% xsopux XKII: y 25% mno-
eaHaHH4a H. pylori 3 eHTepokokamu, 7% HasB-
HicTb KMIIKOBOI nanuyku, 11% HasgABHICTb HaJi-
MipHoro pocty rpu6iB poay Candida albicans.
[Ipu XIITIl HechopMoBaHUl Kaua A0 3 pasiB Ha
o6y BUsiBJieHO ¥ 60% xBopux: 27% MNo€fHAH-
Ha H. pylori 3 Enterococcus, 17% Streptococ-
cus spp., 10% H. pylori, no 3% Escherihia coli
Ta Candida albicans. [Ipu XI®II npoHocH BusiB-
seHo y 37% xBopux: 10% noegHanH4a H. pylori
3 Escherihia coli, 20% Enterococcus, 7% Can-
dida albicans. MeTeopu3aM yacrillle BUSBJISIU
y xBopux Ha XIITII: 27% noegnanua H. pylori
3 Enterococcus, 17% Streptococcus spp. ¥ xBo-
pUX Ha XpOHIYHUIN NAaHKpPeaTUT BUABJIEHO pi3-
Hi aconianii MikpoopranismiB - Enterococcus,
Staphylococcus, Streptococcus spp., H. pylori,
Escherihia coli Ta Candida albicans. ¥ xBopux
Ha XII oguH BUJA MIKpOOpraHi3sMiB BUABJIEHO B
27 % Bunaakis, 2 Bugu - B 36%, 3 Buan - B 2 %
BUMNA/KiB. AHa/i3 4acTOTH pi3HUX BUJIB Gak-
Tepiit npu XII moka3zaB, 110 KMIIKOBI NaJHUYKHU
BusBJeHO B 10% BUMNajAKiB, cTadiJIOKOKH - B
8% BunajKkiB, eHTepOKOKU — B 20% BUNAJKIB,
Candida albicans - B 7% Bunajkis, Streptococ-
cus spp. - B 5% Bumnajkis, H. pylori - B 62% Bu-
NajKiB.
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CHbBP H. pylori

Puc. 1. Yacmoma Helicobacter pylori ma CHEP npu xpoHiuHOMy naHkpeamumi

Y 67 % XBOpHX Ha XpPOHIYHUN NMaHKPEaTUT
BUSIBJIEHO CUH/POM Ha/IMipHOTO 6GaKTepiasibHOIr0
pocty: B 77% XBOpUX Ha XPOHIYHUH N1CEBAOTYMO-
po3HUI maHkpeaTUT, ¥ 50% Ha XpOHiUHUH Kasb-
KYJIbO3HUH NaHKpeaTHuT, ¥ 72% - Ha XpOHIYHUHI
iHpinbTpaTUBHO-PiIOpPO3HUM mMaHKpeaTuT. CHBP
npejacTaBieHud nepeBakHo Escherihia coli, En-
terococcus, Staphylococcus, Streptococcus spp.,
Candida albicans. Helicobacter pylori BusiBjieno y
62% xBopux XII, yactiwe npu XIITII Ta XKII. Ha-
SIBHICTb CUHAPOMY HaJMipHOro O6akKTepiajbHO-
ro POCTY BILJIMBAE HAa MPOSIBU KHUILIKOBOI AUCHENcii
NpY XPOHIYHOMY NMAaHKPEATUTI, 1[0 CYNPOBOLKY-
€TbCSl BUPaKEHHWM Ta YacTillUM METEeOpPH3MOM,
NOPYILIEHHSMU CTi/bls Y BUIVISA/i HecpOopMOBaHO-

ro kany go 3 pasiB Ha fo06y. Y xBopux XII 3 resi-
K0bOaKTepio30M 60JIbOBUM CHHAPOM BUSIBJISETHCS
yacrille y 2 pa3y NopiBHsSHO 3 xBopuMH Ha XII 6e3
reJiiko6akTepiosy.

BucHOBKH

[Ipyu XpOHIYHOMY NMaHKpeaTUTi crocTrepira-
€TbCSA JIOCUTb BHUCOKUU piBeHb iHPiIKYyBaHHS
H. pylori y noegHaHHi 3 cHHAPOMOM HaAMipHOTO
6aKTepiaJIbHOTO POCTY, IKUN Oi/IbLI BUPpAXKEHU N
NpU XPOHIYHOMY NCEBAOTYMOPO3HOMY NaHKpea-
TUTi. Take MoeJHaHHS MiKpo6HOI KOHTaMiHallil
noripuye nepe6ir XpoHiYHOT0 MAaHKPEATHUTY, 1110
BeJie /10 6ibllI BUPA3HOT0 60JIbOBOTO CUHAPOMY
Ta NPOSBiB KUIIKOBOI AMCHENCIl.

Pe3wome. Y 67 % XBOpUX HAa XPOHIYHUH AHKPEATUT BUABJIEHO CHH/IPOM Ha/IMipHOTO GaKTepiaib-

HOTr0 POCTY: B 77% XBOpPUX HAa XPOHIYHUM N1CEBAOTYMOPO3HUM TaHKpeaTUT, y 50% Ha XpOHIUHUH KaJIbKY-
JIbO3HUU MMaHKPeATUT, y 72% - Ha XpOHIYHUM iHbiNbTpaTUBHO-Pi6po3HMI naHkpeaTUT. CHBP npe/cras-
nenuit nepeBaxkHo Escherihia coli, Enterococcus, Staphylococcus, Streptococcus spp., Candida albicans.
Helicobacter pylori BusiBneHo y 62% xBopux Ha XII, yactime npu XIITII Ta XKII. HasgBHicTb cungpoMy
Ha/IMipHOTO 6aKTepia/IbHOTO POCTY BILJIMBAE HA MPOSIBU KUILKOBOI AUCIIENCii NpY XPOHIYHOMY MaHKpe-
aTUTIi, 110 CyIPOBOKYETHCSA BUPAXKEHUM Ta YACTIlIUM MeTEOPU3MOM, MOPYLIEHHSIMU CTi/IbIS Y BUIAI
HecpOpMOBaHOTO KaJy 0 3 pasiB Ha 100Y. Y xBopux Ha XII 3 resliko6akTepio30M 60/1b0BUM CHHAPOM BU-
SIBJISIETHCSA YacTillle y 2 pa3u MopiBHSHO 3 XxBopuMHU Ha XII 6e3 reslikobakTepiosy.

Ki104o0Bi c/10Ba: XpoHIYHUN MaHKpPeaTUT, CUHPOM HaAJUUIKOBOr0 6aKTepiaJbHOTO POCTY,
H. Pylori, fiarHocTukKa.

Factors affecting of the course of chronic pancreatitis
Koval V.Yu.

Summary. The aim of the study - examine the effects and features of bacterial overgrowth syn-
drome (BOS) and H. pylori infection in various forms of chronic pancreatitis.

Materials and methods. 90 patients with CP were observed (30 - pseudotumor form of chronic pan-
creatitis, 28 - chronic calculous pancreatitis, 32 - chronic infiltrative-fibrotic pancreatitis), which were
treated in the gastroenterologyc department of the Transcarpathian Regional Clinical Hospital. A.Novaka.
The microbiotic flora was study by ranked of fecal on nutrient media Endo, Saburo, baktagar Ploskireva,
blood and salt agar and the subsequent release of pure cultures to identify and count the number of mi-
crobes. The presence of H. Pylori determined by rapid test to detect of Helicobacter pylori antigen in stool.
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Results of research. 67% patients with chronic pancreatitis had bacterial overgrowth syndrome:
77% patients with pseudotumor form of chronic pancreatitis, 50% - with chronic calculous
pancreatitis, 72% - with chronic infiltrative-fibrous pancreatitis. BOS represented mainly Escherihia
coli, Enterococcus, Streptococcus spp., Candida. Helicobacter pylori was found in 62% of CP patients,
often with pseudotumor form of chronic pancreatitis and chronic calculous pancreatitis. The presence
of BOS affects the expression of intestinal dyspepsy at patients with chronic pancreatitis, accompanied
by a more pronounced and more frequent bloating, stool disorders emerging in the form of feces to 3
times a day. In patients with CP with HP infection pain compared 2 times offers appears with patients
of CP without HP infection .

Conclusions. At patientes with CP founded a high concentration of infection H.pylori in combina-
tion with bacterial overgrowth syndrome, which is more common in pseudotumor form of chronic
pancreatitis. This combination of microb contamination worsens the course of chronic pancreatitis,
which leads to more manifestation of pain and intestinal dyspepsy.

Key words: chronic pancreatitis, bacterial overgrowth syndrome, H. Pylori, diagnostic.
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